For these reasons, we have some concerns about the proposed relationship between CVA with spasm at the site of significant stenosis and a higher rate of MACEs. In our opinion, the higher rate of MACEs can be explained by endothelial dysfunction and vulnerable plaque rupture rather than by CVA and spasm at the site of stenosis. The absence of intracoronary imaging is an important limitation, because the characteristics of the plaque are not known, so it cannot be excluded that the higher rate of MACEs is related to endothelial dysfunction and plaque rupture.
We read with interest the report by Ishii We thank Dr. Ortega-Paz and colleagues for their interest in and comments on our study (1) . They indicate that the lack of information on the morphological features of coronary plaque by intracoronary imaging (e.g., optical coherence tomography, grayscale and intravascular ultrasound-virtual histology) is an important limitation of our retrospective study. We agree with their comment and that endothelial dysfunction contributes to the pathogenesis of atherosclerosis, and vulnerable plaque rupture plays an important role in the manifestation of acute coronary syndromes, and we agree that intracoronary imaging should be performed to evaluate the J A C C V O L . 6 7 , N O . 1 
